Introduction
Since the beginning of the last decade, the use of transgenic mice is having an important impact on most of the fields of biology, including reproductive endocrine research. Towards the end of 1980, Gordon et al. (1) found that microinjection of genes (21) and of malignant disease (22) , to the creation of animal models for human disease (23) , to the development of models for gene therapy (24 (45) . In the developing embryo, SF-1 is expressed in the urogenital ridge and fetal Sertoli cells (46) . Targeted disruption of the fushi tarazu factor 1 (Ftz-Fl) gene (47) , which encodes SF-1, confirmed the suggested role of SF-1 in gonadal differentiation (48 infertile, males were initially fertile, being able to mate and having sperm in their epididymis. Nevertheless, the presence of the above-mentioned tumors finally impaired fertility (80) .
The role of inhibin as a tumor-suppressor gene was also assessed in the above-mentioned tissues different from the gonads where inhibin is also expressed. Gonadectomized inhibin-deficient mice were analyzed for tumor development. The results showed that almost 100% of the gonadectomized inhibin-deficient male and female mice developed adrenal cortical tumors whereas none of the control mice did (81) . These findings suggest a tumor-suppressor activity of inhibin in the adrenal cortex.
The function of activin/inhibin ßB subunit was also analyzed in knock-out experiments in which the expression of this subunit was eliminated (82, 83 (90) (91) (92) (93) (94) (95) . A study of the reproductive perfor¬ mance of transgenic female mice carrying different GH constructs allows the conclusion that excessive GH leads to fertility disturbances, ranging from mild to very severe, depending on the biological activity and plasma levels of the foreign GH (96) . It has also been demonstrated that transgenic female mice ovulate and conceive normally but that pregnancy is arrested because of luteal failure, leading to the loss of embryos during early gestation. Disruption of neuroendocrine control of PRL secretion during early pregnancy has been suggested (97) . A parallel study in males revealed that reduced fertility was due to failure to inseminate or impregnate females rather than to reduced numbers of spermatozoa or gross changes in the male reproductive system (98 (109) .
The c-Mos proto-oncogene encodes a cytoplasmic protein-serine/threonine kinase that is specifically expressed in germ cells and is essential for meiotic oocyte maturation in mice (110) . Germ (122) .
In view of the inconclusive data concerning the role of androgen-binding protein (ABP) in male reproductive physiology, two independent transgenic mouse lines overexpressing a 5-5kb rat ABP were produced by pronuclear microinjection (123) . ABP (124) . Morphological analysis of testicular sections reveals the presence of germ cell death during meiosis in some seminiferous tubules (125) . This observation, together with the demonstration of the protein localization into germ cells (126) 
